
430 ABSTRACTS OF BRITISH

secondary degeneration, but he was misled by regarding granule-
oells as the only structures pathognomonic of secondary degenera-
tion, whereas in point of fact the formation of granule-cells is
consecutive to the degeneration, and is not a criterion of its presence
or absence. Bouchard observed secondary degeneration fourteen
days after compression of the cord, and sixteen days after an apo-
pleotio attack. Barth found it five weeks after a cerebral lesion, and
Miiller thirteen days after a traumatic compression of theLcord in
the cervical region. Schiefferdecker, experimenting on dog",
noticed it on the fifteenth day, while Leyden, after inducing.mye-
litis in dogs, observed degeneration of Goll's strands within a month.
In the second case of compression of the cord (see ante) there was
secondary degeneration seventeen "days after the injury, and Kahler
and Pick report another case in whioh secondary degeneration
was observed eleven days after a lesion of the corpus striatum,
optio thalamus, and external capsule. These cases cast doubt on
Leyden's theory that the degeneration after traumatic or primary
lesions of the cord develops more rapidly than after brain lesions.
Some have thought that .the ankle-clonus is dependent on secondary
degeneration. But this view is untenable, for Westpbal in a case
of apoplexy with hemiplegia and contracture, observed both knee
and ankle phenomena, which had previously been absent, one hour
after the attack. Besides there are cases of secondary degeneration
in which it is impossible to evoke the phenomenon of ankle-clonus.

W. J. DODD, D. Sc.
(To be continued.)

Cortical Lesions of the Cerebral Hemispheres. (Gazette
des H&pitaux, January 24, 1880.)—Dr. H. de Boyer has presented
a thesis to the Faculty of Paris, entitled ' Clinical Studies on the
Cortical Lesions of the Cerebral Hemispheres;' and Dr. Gaston
Decaisne, ' On Cortical Paralyses of the Superior Extremity—
Brachial Monoplegia.' The following are the principal conclusions
deduced from clinical observation, more particularly in reference
to treatment.

First. Of the principal cortical lesions; the determination of the
latent zone and motor areas. One of the most important of M. de
Boyer's inferences is that which treats of the existence of latent
tracts, non-motor or neutral, by the side of the motor areas. Cere-
bral lesions do not necessarily cause motor disturbances, it depends
upon their situation. It is important to recognise the latent areas,
because we thus can circumscribe these non-motor tracts, and by
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exclusion demonstrate the existence and. seat of a motor area on
the cortex.

It appears already demonstrated that the motor centres occupy
the ciroumference of the fissure of Holando and the neighbourhood
of the fissure of Sylvius. The localisation of aphasia consists of
three lesions—of the cortex of the third left frontal convolution,
of the island of Keil (at present under observation), and of the
pediculo-frontal fibres of the third left frontal. The centre for
language is in the posterior third of the third left frontal, and round
the ascending ramus of the Sylvian fissure.

The lesions of partial epilepsy are never found in the base of the
brain. Cases of monoplegia are alone sufficient to enable us to fix
the exact seat of a centre. Associated monoplegias indicate the
extension of a centre—whether this influence of one motor centre
on another takes place by the superposition of the edges of two
contiguous centres, or whether the white fibres derived from the
two decussate in the interior of the hemisphere. "We may observe
the following monoplegias: aphasia, facial, brachial, or more rarely
crural monoplegia, ptosis, rotation of the neck, or deviation of the
eyes. These may be associated—the speech with the face, the face
and the arm, the ana and the Jeg; but never with a single circum-
scribed lesion do we see monoplegia of the face and the leg, or the
speech and the leg. The centre for the arm occupies the space
between that for the face and that for the leg. We often find
monoplegia of. the arm associated with other monoplegias, most
frequently with that of the leg, constituting incomplete hemi-
plegia, without facial paralysis. The centres thus range themselves
from below upwards, along the fissure of Eolando, and govern
their respective muscular masses in an inverse order; thus, the
area for the face is'lowest in the brain, while that for the leg is
highest. The following centres may be fixed: Language, the
posterior third of the thjrd left frontal. Face, the inferior frontal
and ascending parietal. Arm, the middle third of the frontal and
ascending parietal. Leg, the superior third of the ascending
parietal.

Clinically we may observe the following paralyses, corresponding
to a single lesion: Loss of language; paralysis of the face; of lan-
guage and face; of the arm; of the arm and the face; of the arm
and loss of language; of the arm and the face and loss of language;
of the leg; of the leg and the arm ; of the leg, of the arm and the
face; of the leg, of the arm and loss of language; of the leg, of
the arm, of the face, and of loss of language.
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Second. Paralysis of Cortical Origin of the Upper Limb (Brachial
Monoplegias).—This study is based on clinical observations chiefly,
and the following are M. Decaisne's principal conclusions :—

In general there is no apopleotio stroke, properly so called; there
is merely a giddiness, a trembling or loss of power, and the patient
retains a more or less distinct idea of what is passing. Often there
is a temporary embarrassment of the speech, and the leg first
attracts his attention, the weakness of the arm not being noticed
for a little time. The general symptoms soon dissipate, and the
arm is left alone affected. The most striking symptom is the con-
servation of the sensibility. It is merely blunted, and that at the
first onset. Should sensation not soon be recovered, it argues an
extension of the cortical lesion. Sensation to heat and cold re-
mains intact, and the temperature of the limb is unaffected. Most
frequently the paralysis is incomplete, merely an enfeeblement.
Usually, having been at the first onset general, it eventually
settles in certain groups of muscles—e.g., the flexors or extensors,
most commonly in the latter, or in certain segments of the limb,
the forearm, wrist, or fingers. Inversely, the paralysis "May pro-
gressively attack other groups of muscles than those first affected;
thus developing into a hemiplegia. The lower part of the face
may be temporarily paralysed in this disease; but should the
symptoms extend to the upper part, it is no longer a case of brachial
monoplegia. Should the lesion be permanent, motion may be
re-established by the assistance of neighbouring cells. The
prognosis depends on the extent of the lesion and its cause.
If the lesion be limited, if it be a thrombosis, embolism, or hssmor-
rhage affecting a limited vascular supply—if the affection be purely
local—a speedy recovery is the rule; and if, on the other hand, the
lesion involves the whole group capable of taking the place of the
destroyed cells, it is irremediable. Should the first cause be such
diseases as cancer, tubercle, &c, the prognosis will of neoessity be
bad, even with a very limited lesion; but an extensive alteration
may be quite remediable as in syphilis.

In these cases, then, the characteristic symptoms are the limited,
incomplete, and transitory nature of the paralysis, the preservation
of sensation, and the normal temperature of the affected part.

A. K. UKQUHART, M. D.
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